[TGF-β1 activates NOX4/ROS pathway to promote the invasion and migration of cervical cancer cells].
Objective To investigate the role of transforming growth factor β1/nicinamide adenine dinucleotide phosphate oxidase/reactive oxygen species (TGF-β1/NOX4/ROS) signaling pathway in the invasion and migration of cervical cancer cells. Methods The cultured SiHa, CaSki, HeLa, C4-I and C33A cervical cancer cells were treated with 5 ng/mL TGF-β1 for 4 hours or 8 hours. ROS levels in these cervical cancer cells were detected using 2', 7'-dichlorofluorescein diacetate (DCFH-DA) staining combined with flow cytometry. After the transfection of NOX4 small interfering RNA (NOX4-siRNA) into HeLa cells or using of NOX4 signaling pathway inhibitor diphenylidene iodine chloride (DPI), NOX4 protein expression was measured by Western blotting, and the effect of TGF-β1 on migration and invasion ability of cervical cancer cells were analyzed by TranswellTM assay. Results TGF-β1 significantly up-regulated NOX4 protein expression, increased ROS production in HPV-positive cervical cancer cells (SiHa, CaSki, HeLa and C4-I) and promoted the migration and invasion abilities of cervical cancer cells. Silencing the NADPH oxidase gene or using the NOX4 pathway inhibitor DPI could reverse this effect. Conclusion TGF-β1 can activate NOX4/ROS signaling pathway to enhance the invasion and migration abilities of cervical cancer cells.